Fulminant fat embolism is well recognised although uncommon. This case report of a patient developing pulmonary oedema during surgery and anaesthesia and dying four hours later is rare, unusual and disturbing. Two similar but non-fatal cases, both young males, of intraoperative pulmonary oedema associated with closed fracture reductions, where fat embolism was implicated, have been previously reported in the literature.' CASE HISTORY A 60-year-old woman was admitted following a road traffic accident, having sustained a fracture of the right tibia and fibula, a compound fracture of the right olecranon, a fractured right clavicle and fractures of the seventh, eighth and ninth ribs on the right side. She was conscious and fully orientated with a blood pressure of 120/60 mmHg and a pulse rate of 60/min. Chest X-ray showed a contused right upper lobe. Three hours later she was referred for anaesthesia for reduction of her compound limb fractures. Pre-operative examination showed her to be drowsy and pale with cold cyanosed peripheries. There had been persistent oozing from her fracture sites since admission, with an estimated blood loss of 1.5 litres. Her haemodynamic status had deteriorated, with a blood pressure of 100/60 and a pulse rate of 96/min. Anaesthesia was deferred pending fluid replacement with 500 ml of gelatin solution (Haemacell), 840ml blood and one litre of compound lactate solution over three hours while central venous pressure was monitored. Supplementary 40% oxygen by mask and 500mg hydrocortisone intravenously was also given. Her clinical state improved but urinary output remained poor. At this stage she was considered sufficiently improved for reduction of her badly displaced fractures. Anaesthesia was induced uneventfully with 2 ml intravenously of a mixture of alphaxalone and alphadolone (Althesin), and maintained by spontaneous ventilation of 50% nitrous oxide in oxygen via a face mask with intravenous increments of the induction mixture given as required. Throughout
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